CDC 








1H \"/ 


2 


Morbidity and Mortality Weekly Report 





Weekly 


March 3, 2006 / Vol. 55 / No. 8 





Brain Injury Awareness Month — 
March 2006 


Brain Injury Awareness Month was established to 
increase public awareness of brain injuries and their con- 
sequences and to address the needs of persons living with 
brain injuries, their family members, and caregivers. Each 
year in the United States, approximately 1.4 million per- 
sons sustain a traumatic brain injury (TBI); of these per- 
sons, approximately 50,000 die, 235,000 are hospitalized, 
and 1.1 million are treated and released from emergency 
departments (/). In addition, according to a 1999 report, 
an estimated 5.3 million persons in the United States have 
a long-term or lifelong need for help in performing 
activities of daily living as a result of a TBI (2). 

In recognition of Brain Injury Awareness Month, the 
Brain Injury Association of America, with support from 
CDC, is offering educational kits that include 1) a TBI 
fact sheet, 2) booklets on topics such as how persons with 
TBI can transition to life after high school and overcome 
loneliness, and 3) a guide on initiating TBI awareness 
activities and events. 

Additional information regarding Brain Injury Aware- 
ness Month is available and kits can be ordered at hetp:// 
www.biausa.org/Pages/biam2006.htm or at telephone, 
800-444-6443. Additional information regarding CDC’s 
TBI-related activities is available at http://www.cdc.gov/ 
node.do?id=0900f3ec8000dbdc. 
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Incidence Rates of Hospitalization 
Related to Traumatic Brain Injury — 
12 States, 2002 


[raumatic brain injury (TBI) is a major cause of death and 
disability in the United States. Each year, among the estimated 
1.4 million persons who sustain a TBI, an estimated 80,000 
90,000 experience the onset of long-term disability (7,2). Since 
the early 1990s, CDC has supported state-level, population- 
based surveillance of TBI associated with hospitalization or 
death. For 2002, 12 states* conducted TBI surveillance 
according to established CDC guidelines (/); the 2002 
multistate data were finalized in December 2005 and are the 
most recent available. This report presents the results of TBI 
surveillance for 2002, which indicated that an estimated 
74,517 persons (79.0 per 100,000 population) were hospital- 
ized with TBl-related diagnoses in the 12 reporting states; 
unintentional falls, motor vehicle traffic (MVT) incidents, and 
assaults were the leading contributors to TBl-related hospi- 
talizations. The findings underscore the need for states to con- 
tinue to monitor TBI incidence and to implement 


effective injury-prevention programs. 
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Annual incidence rates of TBl-related hospitalization were 
analyzed by state, sex, age group, and intent/cause of injury. 
Race/ethnicity was not included in the analysis because 
approximately 17% of case records did not provide definitive 
racial/ethnic data. Cases of TBl-related hospitalization were 
defined on the basis of administrative hospital discharge records 
coded in accordance with the /uternational Classification of 
Diseases, Ninth Revision, Clinical Modification (1CD-9-CM)' 
and from vital statistics data. During 2002, the 12 states ini- 
tially reported 79,161 probable cases of TBlI-related hospital- 
ization. Medical records were reviewed by state program staff 
members for a random sample of 7,930 candidate cases in 
seven states, allowing estimation of the predictive value posi- 
tive (PVP) (estimated at 0.95 overall) of the TBI surveillance 
case definition. Probable TBI case counts were adjusted down- 
ward on the basis of estimated PVP to eliminate false-positive 
bias (3). U.S. Census Bureau population estimates by state, 
age, and sex were combined with the PVP-adjusted surveil- 
lance data to calculate age-adjusted annual incidence rates per 
100,000 population. 

During 2002, a PVP-adjusted total of 74,517 persons were 
hospitalized with a TBl-related diagnosis in the 12 reporting 
states (Table 1). The age-adjusted annual incidence rate of 
Bl-related hospitalization was 79.0 per 100,000 population; 
the rate was lowest in Nebraska (50.6) and highest in Arizona 
(96.9). 

Persons aged >75 years had the highest TBl-related hospi- 
talization rate (264.4 per 100,000 population), at least twice 


the rate for any other age group; persons aged 15-24 years 


1ad the next-highest rate (103.3 able 2). Persons agec 
had tl higk 103.3) (Table 2). P. ged 


>75 years also had the highest TBl-related hospitalization rate 
associated with unintentional falls (203.9 per 100,000 popu- 
lation), at least three times the rate for any other age group 
(Table 2). The rates of TBl-related hospitalization associated 
with MVT incidents were highest among persons aged 15—24 
years, 25—34 years, and >75 years; for each sex, the rate for 
persons aged 15-24 years was approximately twice the rate 
for any other age group. 

Overall and in most states, the rate of TBl-related hospital- 
izations for males was approximately twice that for females 


(Table 1). Among males, rates of TBl-related hospitalization 





ICD-9 and/or Ik 
multiple qualifying codes were counted single cases. [Bl-related 
the tollowing ICD-9-CM codes: 800.0 


801.9, 803.0-—804.9 ( ; 950.1—950.3. 959.01. and 995.55. TBI 


Ss ident 
hospitalizations were 


related hospitalizations that result n death and listed only a mortality code 
were identified using the following ICD-10 codes: $01.0—S01.9, $02.0, $02.1 
$02.3. S02.7—S02.9, $804.0, SO06.0—S06.9, SO07.0. 807.1. SO7.8. 807.9. S09.7 
$09.9, T01.0, T02.0, T04.0, T06.0, T90.1, T90.2, T90.4, T90.5, T90.8, and 
190.9. Although included in the case definition, T01.0, T02.0, T04.0, and 
106.0 are considered inv codes for use in the United States; however, only 


three cases were identified based exclusively on these four codes 
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TABLE 1. Age-adjusted annual incidence rates* of hospitalization 
related to traumatic brain injury, by state and sex — 12 states, 
2002 











Males Females Total 

State No. Rate No. Rate No. Rate 
Alaska 365 113.0 206 70.8 571 92.8 
Arizona 3,452 128.2 1,832 65.2 5,284 96.9 
California 16,992 102.0 8.771 49.9 25,763 75.8 
Colorado 2,486 116.6 1,416 65.1 3,902 90.9 
Maryland 3,109 123.5 1,826 63.8 4,935 92.8 
Minnesota 2,870 117.6 1,556 58.1 4,426 87.7 
Nebraska 590 69.9 318 31.7 908 50.6 
New Jersey 4,37 108.6 2,638 $5.3 7,008 81.2 
New York 9,061 100.6 5,310 49.8 14,371 74.4 
Oklahoma 1.719 102.3 1,224 64.2 2,943 83.4 
South Carolina 1,710 87.7 952 43.5 2,662 65.2 

tah 1.110 102.6 634 57.5 1,744 79.8 
Total 47,834 105.3 26,683 53.4 74,517 79.0 





* Per 100,000 population; age-adjusted rates calculated using the U.S. 2000 
standard population 


TABLE 2. Annual incidence rates* of hospitalization related to 
traumatic brain injury, by intent/cause of injury, age group, and 
sex — 12 states,t 2002 











Unintentional Intentional 
Struck 
Motor by/ 
Age group vehicle against Other/ 
(yrs) Falls traffic’ object Assault Unknown Total 
Both sexes 
0-4 33.7 10.1 4.0 5.8 7.6 61.2 
5-14 11.2 16.0 43 1.1 9.5 42.0 
15-24 10.5 60.4 3.9 14.5 13.9 103.3 
25-34 8.6 32.9 1.9 10.8 8.7 62.9 
35-64 17.9 24.3 1.7 7.3 9.8 60.9 
65-7% 58.6 21.7 2.1 2.8 12.7 97.9 
>75 203.9 30.3 3.5 1.9 24.8 264.4 
Age-adjusted 
total 29.6 28.5 2.7 A 11.1 79.0 
Males 
0-4 38.3 11.4 48 6.9 9.3 70.8 
5-14 15.6 20.0 6.2 1.9 13.4 57.2 
15-24 15.9 78.7 6.0 25.7 20.8 147.2 
25-34 13.4 44.3 3.1 19.0 13.6 93.3 
35-64 25.3 31.6 2.6 12.6 14.1 86.2 
65-74 70.8 25.8 3.1 4.7 18.1 122.5 
>75 213.9 40.4 4.2 3.0 33.5 295.0 
Age-adjusted 
total 36.3 36.9 4.0 12.2 16.0 105.3 
Females 
0-4 28.9 8.6 3.1 48 5.8 51.2 
5-14 6.5 11.8 2.2 0.3 5.3 26.1 
15-24 48 40.9 1.5 2.7 6.5 56.5 
25-34 3.7 21.2 0.7 2.2 3.7 31.4 
35-64 10.7 17.2 0.8 2.1 5.6 36.4 
65-74 48.5 18.3 1.3 1.2 8.2 77.5 
>75 197.9 24.2 3.1 1.3 19.6 246.1 
Age-adjusted 
total 23.4 20.1 1.4 2.0 6.4 53.4 





* Per 100,000 population; age-adjusted rates calculated by using the U.S 
, 2000 standard population 

Alaska, Arizona, California, Colorado, Maryland, Minnesota, Nebraska, New 
. Jersey, New York, Oklahoma, South Carolina, and Utah 
* Includes drivers, passengers, pedestrians, motorcyclists, and bicyclists 


associated with assault were highest in persons aged 15-24 
years, 25—34 years, and 35—64 years; rates for males in each of 
these age groups were at least six times as high as those fot 
females (Table 2). Among females, rates of TBI-related hospi- 
talization associated with assault were highest among those 
aged 0—4 years; females in this age group had approximately 
twice the rate as females in any other age group. 

For all injury categories combined, 66% of patients were 
discharged without subsequent health-care assistance, 17% 
were discharged home with health services (e.g., outpatient 
rehabilitation) or to residential and rehabilitation facilities, 
3% percent were discharged to an acute care hospital, and 1% 
left against medical advice. Approximately 6% of patients had 
no definitive coded discharge disposition, and 6% of patients 
died while hospitalized. The percentage of patients discharged 
without health-care assistance decreased with age, from 91% 


tor persons aged 0—4 years to 32% for those aged 


75 years. 
In contrast, the percentage of patients discharged to a resi- 
dential facility increased with age, from 1% for persons aged 
0-4 years to 31% for those aged >75 years, as did the percent 
age of those who died in the hospital (from 3% for persons 
aged O—4 years to 13% tor those aged nts years). 


Reported by: \ (; ( oronado V1 ), RI Joh SOV VS/ -H. \ | Faul, Phil ), 


, , , 7 . , 
Div of Injury Response; SR Keeler, PhD, Office of Statistics and 

A y y ; , 
Proe WINNT Vational Center for injur Pre ention and Control, 
CID¢ 


Editorial Note: The data in this report indicate that TBI con- 
tinues to be a substantial public health problem, resulting in 
74,517 hospitalizations in the 12 reporting states during 2002. 
Findings indicate that, during 2002, rates of TBl-related hos- 
pitalization varied substantially by state but were higher among 
males regardless of state, age group, or intent/cause of injury. 
Most TBl-related hospitalizations were associated with unin- 
tentional falls, MVT incidents, and assaults. 

The overall age-adjusted TBl-related hospitalization rate 
determined by this study was lower than the annual estimates 
for 1994-1995 from the National Hospital Discharge Survey 
(NHDS) (approximately 79 versus 98 per 100,000 popula 
tion) (4). Both studies included in-hospital deaths. Several 
factors might account for the difference in estimated rates: 
data from the CDC TBI surveillance system used in this study 
might not be representative of the entire United States (5); 
states participating in the surveillance system do not report 
cases of TBl-related hospitalization that occur among non- 
residents (/); as a hospitalization survey, NHDS can include 
multiple hospitalizations for the same injury, whereas the CD( 


data usually do not®; and hospital admission practices for TBI 
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might have changed over time. Che TBl-related hospitaliza 
tion rates described in this report are consistent with those of 
a previous CDC study based on TBI surveillance data for 1997 
(5). However, more specific comparisons cannot be made 
between the 2002 and 1997 studies because 1997 surveillance 
data excluded in-hospital deaths from the analysis and the 
estimated rates were not PVP adjusted 

The substantial variability in TBl-related hospitalization 
rates by state might be related to hospital admission practices, 
administrative 1CD-coding practices, or actual differences in 
IBI risk factors and incidenc Che differ 
ences in rates of 1 BI-1 
falls and MV] 
and those aged 
data using narrowet 

ping of 

ictors with increasin 

he findings in this t 
tiONS. I Irst, tindir g 
blic 


designed ror pu ne 


study excluded persons t 

outpatient fac hit 
Despite an apparent 

tion rate from {94 

this study for 2002 

substantial den 

Ings sugg< 

CBI sur 

to guide furtl 


program 


6. Coronado VG, Thomas KE, Sattin RW, Johnson RL. The CDC trau 
matic brain injury surveillance system: characteristics of persons aged 
65 years and older hospitalized with a TBI. J] Head Trauma Rehabil 
2005;20:215-—28 
CDC. A tool kit to prevent senior falls: falls and hip fractures in senior 
adults. Atlanta, GA: US Department of Health and Human Services, 
CDC; 2005. Available at http://www.cdc.gov/ncipce/factsheets 
falls.htm 
CDC. Community-based interventions to reduce motor vehicle 


related injuries: evidence of effectiveness from systematic reviews. Motor 


vehicle-related injuries kill more children and young adults than any 


other single cause in the United States. Atlanta, GA: US Department 


of Health and Human Services, CDC; 2005. Available at http: 
www.cde.gov/ncipc/duip/mvsatety.htm. 
CDC. Teens behind the wheel: graduated driver licensing. Atlanta, 
US Department of Health and Human Services, CDC; 2005. 
heey vww.cdc.gov/ncipe/duip/spotlite/teendrivers.htm 
rnational youth violence: fact sheet. Atlanta, GA: US 
epartment of Health and Human Services, CDC; 2006. Available at 


http://www.cdc.gov/ncipce/factsheets/yvfacts.htm 





Deaths Associated with 
Hypocalcemia from Chelation 
Therapy — Texas, Pennsylvania, 
and Oregon, 2003-2005 


Chelating agents bind lead in soft tissues and are used in 
the treatment of lead poisoning to enhance urinary and bil- 
iary excretion of lead, thus decreasing total lead levels in the 
body (/). During the past 30 years, environmental and 
dietary exposures to lead have decreased substantially, result- 
ing in a considerable decrease in population blood lead levels 
(BLLs) and a corresponding decrease in the number of 
patients requiring chelation therapy. Chelating agents also 
increase excretion of other heavy metals and minerals, such as 
zinc and, in certain cases, calcium (/). This report describes 
three deaths associated with chelation-therapy—related 
hypocalcemia that resulted in cardiac arrest. Several drugs are 
ised in the treatment of lead poisoning, including edetate 
disodium calcium (CaEDTA), dimercaperol (British anti- 
Lewisite), D-penicillamine, and meso-2,3-dimercaptosuccinic 
acid (succimer). Health-care providers who are unfamiliar with 
chelating agents and are considering this treatment for lead 
poisoning should consult an expert in the chemotherapy of 
lead poisoning. Hospital pharmacies should evaluate whether 
continued stocking of Na,EDTA is necessary, given the 
established risk for hypocalcemia, the availability of less toxic 
alternatives, and an ongoing safety review by the Food and 
Drug Administration (FDA). Health-care providers and phar- 


macists should ensure that Na,EDTA is not administered to 


children during chelation therapy. 


Chelating agents, especially those intended for use in chil- 


dren, should be effective in reducing lead and other heavy 
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metals from the body without producing substantial adverse 
effects on levels of critical serum electrolytes, such as calcium. 
lhe only agent recommended for intravenous (IV) chelation 
therapy for children is CaEDTA (/). However, hospital for- 
mularies usually stock multiple chelation agents. One such 
agent, Na,EDTA, was formerly used for treatment of hyper- 
calcemia, but its use has become infrequent because of con- 
cerns regarding nephrotoxicity and because of the availability 
of less toxic alternatives (3). Furthermore, Na,EDTA con- 
tains a warning stating, “The use of this drug in any particu- 
lar patient is recommended only when the severity of the 
clinical condition justifies the aggressive measures associated 
with this type of therapy.” According to the package insert, 
Na, EDTA is “indicated in selected patients for the emergency 
treatment of hypercalcemia and for the control of ventricular 
arrhythmias associated with digitalis toxicity.” According to 
FDA and CDC, the safety and effectiveness of Na,EDTA in 
pediatric patients has not been established, and its use is not 
recommended because it induces hypocalcemia and possibly 
fatal tetany (/). 

In 2005, the Texas Department of Health childhood lead 
poisoning surveillance program reported a death attributable 
to chelation-associated hypocalcemia to CDC. Subsequently, 
CDC queried state and local lead-surveillance programs 
regarding chelation-related fatalities; additional deaths were 


identified in Pennsylvania and Oregon. 


Case Reports 

Texas. In February 2005, a girl aged 2 years who was tested 
for blood lead during routine health surveillance had a capil- 
lary BLL of 47 ye/dL. A venous BLL of 48 yg/dL obtained 
12 days later confirmed the elevated BLL. A complete blood 
count and iron study conducted concurrently revealed low 
serum iron levels and borderline anemia. On February 28, 
2005, the girl was admitted to a local medical center fot 
combined oral and IV chelation therapy. 

Che patient’s blood electrolytes at admission were within 
normal limits. Initial medication orders included IV Na,EDTA 


and oral succimer (an agent primarily used for treatment of 


lead poisoning). The medication order subsequently was cor 


rected by the pediatric resident to 1V CaEDTA. At 4:00 p.m. 


on the day of admission, the patient received her first dose of 


IV CaEDTA (300 mg in 100 mL normal saline at 25 mL/hr). 
At 4:35 p.m., she was administered 200 mg of oral succimer. 
Her vital signs remained normal throughout the night. At 4:00 
a.m. the next day, a dose of IV Na,EDTA (instead of I\ 
CaEDTA) was administered. An hour later, the patient's 
serum calcium had decreased to 5.2 mg/dL (normal value for 
pediatric patients: 8.5—10.5 mg/dL). At 7:05 a.m., the child’s 


mother noticed that the child was limp and not breathing. 


Bedside procedures did not restore a normal cardiac rhythm, 
and a cardiac resuscitation code was called at 7:25 a.m. The 
child had no palpable pulse or audible heartbeat. Repeat labo- 
ratory values for serum drawn at 7:55 a.m. indicated that the 
serum calcium level was <5.0 mg/dL despite repeated doses of 
calcium chloride. All attempts at resuscitation failed, and the 
girl was pronounced dead at 8:12 a.m. 

An autopsy revealed no results of toxicologic significance. 
A postmortem radiologic bone survey indicated areas of scle- 
rosis at the metaphyses (growth arrest and recovery lines com- 
patible with lead exposure). The cause of death was recorded 
as sudden cardiac arrest resulting from hypocalcemia associ- 
ated with chelation therapy. The hospital’s child mortality 
review board findings indicated that a dose of 1V Na,EDTA 
was unintentionally administered to the child. 

Pennsylvania. In August 2005, a boy aged 5 years with 
autism died while receiving IV chelation therapy with 
Na,EDTA in a physician's office. During the chelation proce- 
dure, the mother noted that the child was limp. The physi- 
cian initiated resuscitation, and an emergency services team 
transported the child to the hospital. At the emergency 
department (ED), further resuscitation was attempted, includ- 
ing administration of at least 1 and possibly 2 doses of IV 
calcium chloride. Subsequently, the boy's blood calcium level 
was recorded in the ED as 6.9 mg/dL. The child did not 
regain consciousness. The coroner examination indicated cause 
of death as diffuse, acute cerebral hypoxic-ischemic injury, 
secondary to diffuse subendocardial necrosis. The myocardial 
necrosis resulted from hypocalcemia associated with adminis- 
tration of Na,EDTA. The case is under investigation by the 
Pennsylvania State Board of Medicine. 

Oregon. In August 2003, a woman aged 53 years with no 
evidence of coronary artery disease, intracranial disease, o1 
injury was treated with 700 mg IV EDTA ina naturopathic 
practitioner's clinic. The EDTA was provided by a compound- 
ing laboratory (Creative Compounding, Wilsonville, Oregon) 
and was administered by the practitioner to remove heavy 
metals from the body. The practitioner had provided a similar 
treatment to the patient on three previous occasions, once in 
June 2003 and twice in July 2003. Approximately 10-15 min- 
utes after treatment began, the patient became unconscious. 
Cardiopulmonary resuscitation was initiated, and an emer- 
gency services team was contacted. Attempts to revive the 
patient en route to and in the ED were unsuccessful. The 
medical examiner determined the cause of death to be cardiac 
arrhythmia resulting from hypocalcemia associated with EDTA 
infusion and vascuolar cardiomyopathy. The patient's ionized 
calcium level during code was 3.8 mg/dL (normal value for 
adult patients: 4.5—5.3 mg/dL) after one IV injection of 


calcium gluconate administered by emergency medical 


D> 
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technicians en route to the hospital and another IV injection 
of calcium chloride in the ED. The Oregon State Naturopath 
Licensing Board is conducting an investigation to determine 
whether Na,EDTA or CaEDTA was administered to this pa- 
tient. 

The cases described in this report have been reported to 

FDA. FDA is performing a safety assessment of Na, EDTA, 
including a review of the adverse event reporting system to 
determine whether other deaths related to use of chelating 
agents have been reported. 
Reported by: RA Beauchamp, MD, TM Willis, TG Betz, MD, 
I Vill Dept of State Health Svcs. RD Leiker, Oregon 
L Rozin, MD leghe n) 
County, Penn ania Office of the Corone M] Brown, ScD, 
DM Homa, PI [A Dienam, MPH, T Morta, Div of Emergency and 
Environmental Health Svcs. National Center for Environmental Health 
C1 


I Te , 
Villanacci, PhD, Lexa 


/ J D. , 
Childhood Lead Pois ming Prevention l’rogran 


Editorial Note: Both children and adults are subject to 
potentially lethal prescription errors involving ‘look-alike, 
sound-alike” substitutions (i.e., confusion of drugs with simi- 
lar names). In a 1-year study of errors in a tertiary care teach- 
ing hospital, 11.4% of medication errors were found to have 
resulted from use of the wrong drug name, dosage form, or 
\ review of medical records in the Texas case 


abbreviation t 


described in this report revealed that the brand names for the 


Na,|l Ly] \ product, | ndrate 


(Hospira, Inc., Lake Forest, 
Illinois), and the CaEDTA product, Calcium Disodium 
Versenate 3M Pharmaceuticals, St. Paul, Minnesota), were 
used interchangeably; this improper use of drug names likely 
resulted in the inappropriate administration of Na,EDTA. 

Although CaEDTA and succimer were ordered for one 
patient and the form of EDTA administered to another 
remains under investigation, these drugs singly or in combi 
nation probably were not responsible for the low calcium lev 
els. Hypercalcemia as a result of [V administration of CAEDTA 
has been reported (5). Succimer by itself is a weak calcium 
binder but is not associated with a drop in essential minerals 
such as calcium (6). Moreover, the reported doses of ( aEDTA 
and succimer in the Texas case were appropriate and within 
established safety limits. 

Medical center records and coroner reports indicate that 
Na,EDTA was administered in at least two of the cases. 
Na, EDTA is often part of a standard hospital formulary; how- 
ever, it should never be used for treating lead or other heavy 
metal poisoning in children because it induces hypocalcemia, 
which can lead to tetany and death (7). The error that caused 
the death in Texas most likely resulted from miscommunica 
tion between the pharmacy and the pediatric unit. 


Chelation therapy with CaEDTA, dimercaperol, or succimer 


has been the mainstay of medical management for children 


with BLLs >45 peg/dl (/). The effectiveness of chelation 
therapy in improving renal or nervous system symptoms of 
chronic mercury toxicity has not been established. Nonethe- 
less, certain health-care practitioners have used chelation 
therapy for autism in the belief that mercury or other heavy 
metals are producing the symptoms (8). Other practitioners 
have recommended chelation therapy for treatment of coro- 
nary artery disease, hoping to eliminate calcified atheroscle- 
rotic plaques that can lead to coronary artery occlusions and 
myocardial infarctions. These off-label uses of chelation 
therapy are not supported by accepted scientific evidence. The 
Institute of Medicine found no scientific evidence that chela- 
tion is an effective therapy for autism spectrum disorder (8). 
Because limited consistent data exist on the use of chelation 
therapy to treat coronary artery disease, a clinical trial to 
assess the safety and effectiveness of chelation therapy is being 
conducted by the National Institutes of Health.” 

Deaths associated with lead poisoning are rare (9), and child- 
hood deaths caused by cardiac arrest associated with chela- 
tion therapy have not been documented previously (9). As 
BLLs among children in the United States continue to 
decline (2), fewer children require chelation therapy. Primary 
care providers should consult experts in the chemotherapy of 
lead before using chelation drug therapy. If such an expert is 
not available, primary care providers should contact state or 
local childhood lead poisoning prevention programs or the 
Lead Poisoning Prevention Branch of the National Center for 
Environmental Health, CD¢ 

CDC and its state and local partners will continue to edu- 
cate health-care providers and pharmacists to ensure that 
Na,EDTA is never administered to children during chelation 
therapy. CDC recommends that hospital pharmacies evaluate 
the need to keep Na,EDTA in their formularies. Case reports 
of cardiac arrest or symptoms of hypocalcemia during chela- 
tion therapy should be reported to the CDC Lead Poisoning 
Prevention Branch (770-488-3300) or to MedWatch, the FDA 
adverse event reporting system, al http://www.fda.gov/ 


medwatch. 
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Human Rabies — Mississippi, 2005 
On September 27, 2005, a previously healthy boy aged 
10 years in Mississippi died from encephalitis later attributed 
to rabies. This report summarizes the patient's clinical course 
and the subsequent epidemiologic investigation, which 
implicated exposure to bats at the boy's home as the likely 
source of rabies. The findings underscore the importance of 
recognizing the risk for rabies from direct contact with bats 


and seeking prompt medical attention when exposure occurs. 


Case Report 

On September 11, 2005, the boy had fever and headache. 
He was evaluated by a pediatrician on September 13 for a 
temperature of 102.4°F (39.1 C) and was noted to have sen- 


sations that the patient described as an “itchy” scalp. Viral 


illness was diagnosed, and the patient was advised to return if 


symptoms worsened. The patient was taken to a local emer- 
gency department (ED) in the early morning hours of Sep- 
tember 15 with ongoing febrile illness. All laboratory tests 
and chest radiography ordered were within normal limits, and 
the patient was discharged home. 

The patient's clinical signs worsened throughout the day, 
and he returned to the ED that evening with symptoms of 
fever, insomnia, urinary urgency, paresthesia of the right side 
of the scalp and right arm, dysphagia, disorientation, and 
ataxia. He was admitted to the hospital for suspected encepha- 
litis. A clinical history revealed no known tick bites or contact 
with animals other than the family pets. 

Upon admission, the patient had a temperature of 100.0°] 
(37.8 C) and a white blood cell (WBC) count of 12,200/y1 
(normal: 4,800—13,500/#L). Analysis of cerebrospinal fluid 
(CSF) indicated a WBC count of 226/nL (normal: 0—5/nL), 
protein level of 79 mg/dL (normal: 12-60 mg/dL), and glu- 


cose level of 69 mg/dL (normal: 45-75 mg/dL). Serum and 


CSF samples were obtained for IgG and IgM antibody testing 
for West Nile, St. Louis, Lacrosse, and Eastern equine 
encephalitis (EEE) viruses. 

Shortly after admission, the patient’s neurologic status 
deteriorated rapidly. His speech became slurred, and he began 
to hallucinate. He became increasingly agitated and combat- 
ive and required sedation. In his agitated state, the patient bit 
a family member. The next morning the patient was trans- 
ferred to a tertiary care facility. Within hours after transfer, he 
became lethargic and was intubated. Serologic tests for West 
Nile, St. Louis, Lacrosse, and EEE viruses, Rocky Mountain 
spotted fever, and Bartonella spp. were negative. Herpes sim- 
plex virus and enterovirus were not detected in CSF by poly- 
merase chain reaction (PCR), and arbovirus-specific antibodies 
were not detected in CSF. Computed tomography scans of 
the head with and without contrast were within normal lim- 
its. During the next 10 days, the patient continued to worsen 
and experienced wide fluctuations in blood pressure and tem- 
perature. On September 26, he had onset of cerebral edema 
and subsequent brain herniation. Life support was withdrawn, 


ied 


and the patient died on September 


Laboratory and Public Health 
Investigation 

The case was referred to CDC’s | \nexplained Deaths Project 
(UNEX) for additional diagnostic testing. Clinicians who had 
treated the patient suspected EEE and possibly rabies on the 
basis of the patient's rapidly progressive encephalopathy. On 
October 5, CDC diagnosed rabies on the basis of an increase 
in rabies-virus—specific IgG antibody titer from 128 to 8,192 
in paired sera samples collected on September 16 and 21. Sub- 
sequent testing of CSF demonstrated the presence of rabies- 
virus-specific antibodies. Rabies-virus nucleic acid was not 
detected in CSF by reverse transcription PCR. No other clini- 
cal specimens were available to allow virus characterization 
and identification of a likely animal source of infection. 

Family members and friends of the patient did not report a 
definitive animal bite when queried during the patient's ill- 
ness. However, after the child’s death, several persons 
reported that bats were commonly seen outside the home. 
On two occasions, dead bats also were discov ered inside the 
home and attached garage, and a live bat was caught in an 
apartment above the garage during the summer of 2005. The 
child had removed a live bat from his bedroom and released it 
outdoors in the spring of 2005. 

The child had attended a summer camp in Alabama for 
several weeks in July. The camp program included an over- 
night stay in a nearby cavern used for tours and special events. 
Interviews with the camp director and parents of children who 


attended the overnight camp-out with the patient revealed no 
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indication of direct contact with bats at the camp or in the 
cavern, although one bat was reportedly observed clinging to 
the rocky wall inside the cavern. 

Postexposure prophylaxis (PEP) was administered to 23 fam- 
ily members and friends who possibly had contact with the 
patient's saliva from August 28 (14 days preceding the first 
clinical signs of rabies) to the patient's death on September 
27. Interviews with family and friends suggested that the pa- 
tient commonly shared food and drink with others, particu- 
larly children. Among 79 health-care workers evaluated for 
potential exposure to infectious body fluids, 32 received PEP, 
including 19 nurses, four physicians, five respiratory thera 
pists, two radiology technicians, and two laboratory staft. 


Dp 


Reported by: A Palm 
E McVey Ill, MD, Baptist M 
1D, S Hand, Office 


PhD, EIS off 


Editorial Note: This report describes the only case of human 
rabies diagnosed in the United States in 2005 and the first 
case in Mississippi since 1956. On the basis of multiple 


reports regarding the presence of Dats 1n ind around the fam 


| 


ily home in Mississippi and the observation that the patient 


had handled a live bat at his home in the spring of 2005, 
contact with a bat at the patient's home was determined to be 


the likely source of rabies infection in this case. Bats are the 


lississippi 


only known reservoir of rabies in 


possibly ributed to 


Since 1995, a total of 
nfectious disease have been d t NEX. Of 
1 


these, 131 35 have had 1 probabl ti oy rf til ed Che 


er Thy 
case described in this report represet he first diagnosis of 


rabies made for a death reported to | 


Thirty-two health-care workers 1 


result ot 
] 1 1 
this case. Providing health care to a | 
ndi » f PEP unl _ m »} 
an indication for | unless mucous membranes 
wound are contaminated with infectious mate 


saliva, tears, CSF, or neurologic tissue. Standard precautions 


1 11 
VA | 


and adherence to infectlon-control measures minimize 


the risk for exposure (/ 


1 


During 1980—2004, a total of 56 cases human rabies 


\ 


were reported in the United States. Among the 55 cases for 


which rabies-virus variants were obtained, 3 64°7%0) were 
associated with insectivorous bats, most commonly the silver 
haired and eastern pipistrelle bats (2-6). More than half (57%) 
of these human cases occurred during August—-November, 


coincident with a seasonal increase in prevalence of rabid bats 


detected in the United States (6). Despite the substantial num 


ber of cases of human rabies attributable to bat exposure, the 


importance of these exposures is often overlooked or under- 
estimated (2). 

Human rabies is preventable with proper wound care and 
timely and appropriate administration of PEP after exposure 
(1). PEP is recommended for all persons with a bite, scratch, 
or mucous-membrane exposure to a bat unless the bat tests 
negative for rabies. When a bat is found in close proximity to 
humans, it should be submitted to a public health laboratory 
for diagnostic testing, if it can be captured safely. If the ani- 
mal is not available for testing, PEP should be administered 
when a strong probability exists that exposure occurred. How- 
ever, if a bat bite is unrecognized or the importance of the 
exposure is underestimated, medical intervention might not 
be sought and appropriate treatment might not be adminis- 
tered. Once clinical signs of rabies develop, PEP is no longer 
effective and a rapid, progressive, and usually fatal encephalitis 
ensues. 

Chis report underscores the need for increasing public aware- 
ness of the risk for rabies after contact with bats and other 
wildlife. Persons bitten by a potentially rabid animal should 
immediately 1) wash the wound thoroughly with soap and 
water; 2) capture the animal, if this can be done safely (avoid- 
ing direct contact with the animal) and submit it for testing; 
3) report the incident to local or state public health officials; 
and 4) see a physician for treatment and evaluation regarding 
the need for PEP. Persons should not handle nor keep bats as 
pets and should exclude bats from living quarters, public places, 
and structures adjacent to the home. Recognizing the risk for 
rabies from any direct exposure to bats and other wildlife is 
critical, and persons must seek prompt medical evaluation if 


C xpose d. 
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A New Product (VariZIG™) 
for Postexposure Prophylaxis 
of Varicella Available Under 
an Investigational New Drug 
Application Expanded Access 
Protocol 
On February 24, this report was posted as an MMWR Early 


Release on the MMWR website (http://www.cdc.gov/mmwr). 

On October 27, 2004, the Advisory Committee on 
Immunization Practices (ACIP) was informed by the only 
U.S.-licensed manufacturer of varicella zoster immune globulin 
(VZIG) (Massachusetts Public Health Biologic Laboratories, 
Boston, Massachusetts) that the company had discontinued 
production of VZIG. The supply of the licensed VZIG prod- 
uct is now nearly depleted. In February 2006, an investiga- 
tional (not licensed) VZIG product, VariZIG™ (Cangene 
Corporation, Winnipeg, Canada) became available under an 
investigational new drug application (IND) submitted to the 
Food and Drug Administration (FDA).* This product can be 
requested from the sole authorized U.S. distributor, FFI 
Enterprises (Temecula, California), for patients who have been 
exposed to varicella and who are at increased risk for severe 
disease and complications (/). 

lhe investigational VariZIG, similar to licensed VZIG, is a 
purified human immune globulin preparation made from 
plasma containing high levels of anti-varicella antibodies 
(immunoglobulin class G [IgG]). Unlike the previous product, 
the investigational product is lyophilized. When properly 
reconstituted, VariZIG is approximately a 5% solution of IgG 
that can be administered intramuscularly. As with any prod 
uct used under IND, patients must be informed of potential 
risks and benefits and must give informed consent before 


aoe . 
receiving the product. 


Indications for Use of Investigational 
VariZIG 


Patients without evidence of immunity to varicella (i.e., 
without history of disease or age-appropriate vaccination) who 
are at high risk for severe disease and complications, who have 
been exposed to varicella, and from whom informed consent 
has been obtained, are eligible to receive the IND application 
product under an expanded access protocol. The patient groups 
recommended by ACIP to receive VariZIG include the 
following: 


* Immunocompromised patients. 





* Available at http://www.fda.gov/cber/infosheets/mphvzig020806.htn 


Neonates whose mothers have signs and symptoms of 
varicella around the time of delivery (i.e., 5 days before to 
2 days after). 

Premature infants born at >28 weeks of gestation who are 
exposed during the neonatal period and whose mothers 
do not have evidence of immunity. 

Premature infants born at <28 weeks of gestation or who 
weigh <1,000 g at birth and were exposed during the neo- 
natal period, regardless of maternal history of varicella 
disease or vaccination. 

¢ Pregnant women. 

Varicella vaccine was recommended in 1999 for postexposure 
prophylaxis of other persons without evidence of varicella 
immunity and who have no contraindications to vaccination 
(2). The vaccine should be administered preferably within 96 
hours and possibly up to 120 hours postexposure. If illness 
occurs, with or without postexposure vaccination, antiviral 
treatment (e.g., acyclovir) can be considered for adolescents 


and adults. 


Administration 

Investigational VariZIG is expected to provide maximum 
benefit when administered as soon as possible after exposure, 
although it can be effective if administered as late as 96 hours 
after exposure; treatment after 96 hours is of uncertain value. 
VariZIG should be administered intramuscularly as directed 
by the manufacturer. 

When indicated, health-care providers should make 
every effort to obtain and administer VariZIG. In situations 
in which administration of VariZIG does not appear possible 
within 96 hours of exposure, administration of 
immune globulin intravenous (IGIV) should be considered 
as an alternative. IGIV should also be administered within 96 
hours of exposure. Although licensed IGIV preparations are 
known to contain anti-varicella antibody titers, the titer of 
any specific lot of IGIV that might be available is uncertain 
because IGIV is not routinely tested for anti-varicella anti- 
bodies. The recommended IGIV dose for postexposure pro- 
phylaxis of varicella is 400 mg/kg, administered once. For 
pregnant women who cannot receive VariZIG within 96 hours 
of exposure, clinicians may choose either to administer IGIV 
or closely monitor the women for signs and symptoms of 


varicella and institute treatment with acyclovir if illness occurs. 


Dosage 
Investigational VariZIG is supplied in 125-U vials. The rec- 
ommended dose is 125 units/10 kg body weight, up to a 


maximum of 625 units (five vials). The minimum dose is 
125:'U. 











210 


MMWR 


March 3, 2006 





interval Between Administration of 
VariZIG and Varicella Vaccine 


Any patient who receives investigational VariZIG to pre 
} 
j 


nt varicella subsequently should receive varicella vaccine, 


: : 
provided the vaccine is not contraindicated Varicella vacci 


nation should be delayed until 5 months after VariZIG 


| 


1 1 
administration. Varicella vaccine is not needed if the patient has 


11 


varicella after administration of VariZIG 


Antiviral Therapy 


Any patient who receiy nv tional VariZIG shoul« 


] ] 
d closely for 


r exposure 


period Dy 


How to Obtain Investigational VariZIG 


Ff vestigational \V Z1As pro a by 


1 undael 


| 
Viti 


Pharmacists an 
, | lm 
nts who will 


ulows them 





form, protocol, informed consent form, case report forms, 
investigator brochure, drug accountability form, and contact 
information for FFF Enterprises and Cangene Corporation); 
IRB approval (i.e., central or local) should be in place. Pro- 
viders who identify a patient for whom VariZIG is indicated 
should contact FFF Enterprises (24-hour telephone, 800-843- 
7477) and fax the completed release form. FFF Enterprises 
will review the form to determine patient eligibility and allot 
a patient number to eligible patients at the time of the call. 
Alternatively, if VariZIG is not available on site to the phar- 
macist or health-care provider, a product release form can be 
requested directly from FFF Enterprises by calling the 24- 
hour telephone line. FFF Enterprises will transmit the prod- 
uct release form by e-mail or fax for completion and return. If 
the patient is eligible, FFF Enterprises will allot a patient num- 
ber, and investigational VariZIG will be shipped with the re- 
quired forms. Under normal circumstances, investigational 
VariZIG can be delivered from the distributor to its destina- 
tion within 24 hours of request. 
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Update: Influenza Activity — 
United States, February 12-18, 2006 


During February 12—18, 2006,* the number of states 


reporting widespread influenza activity’ increased to 17 
Eighteen states reported regional activity, 10 reported local 


ctivity, and four reported sporadic activity (Figure 1) 
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FIGURE 1. Estimated influenza activity levels reported by state 
epidemiologists, by state and level of activity* — United States, 
February 12-18, 2006 





* Levels of activity are 1) widespread: outbreaks of influenza or increases 
in influenza-like illness (ILI) cases and recent laboratory-confirmed influ- 
enza in at least half the regions of a state; 2) regional: outbreaks of influ- 
enza or increases in ILI cases and recent laboratory-confirmed influenza 
in at least two but less than half the regions of a state; 3) local: outbreaks 
of influenza or increases in ILI cases and recent laboratory-confirmed 
influenza in a single region of a state; 4) sporadic: small numbers of 
laboratory-confirmed influenza cases or a single influenza outbreak 
reported but no increase in cases of ILI; and 5) no activity 











rhe percentage of specimens testing positive for influenza 
increased in the United States overall. During the preceding 
3 weeks (weeks 5—7), the percentage of specimens testing posi- 
tive for influenza ranged from 31.2% in the East North 
Central region to 10.5% in the Pacific region. The percentage 
of outpatient visits for influenza-like illness (II 1)$ increased 
during the week ending February 18 and remains above the 
national baseline.** The percentage of deaths attributed to 
pneumonia and influenza (P&I) was below the epidemic 


threshold for the week ending February 18. 


Laboratory Surveillance 

During February 12-18, World Health Organization 
WHO) collaborating laboratories and National Respiratory 
and Enteric Virus Surveillance System (NREVSS) laborato- 
ries in the United States reported testing 2,864 specimens for 
influenza viruses, of which 437 (15.3%) were positive. Of 
these, 116 were influenza A (H3N2) viruses, six were influ- 
enza A (H1N1) viruses, 288 were influenza A viruses that 


were not subtyped, and 27 were influenza B viruses. 





Since October 2, 2005, WHO and NREVSS laboratories 
have tested 73,094 specimens for influenza viruses, of which 
6,174 (8.4%) were positive. Of these, 5,905 (95.6%) were 
influenza A viruses, and 269 (4.4%) were influenza B viruses. 
Of the 5,905 influenza A viruses, 2,674 (45.3%) have been 
subtyped; 2,640 (98.7%) were influenza A (H3N2) viruses, 


and 34 (1.3%) were influenza A (H1N1) viruses. 


P&I Mortality and ILI Surveillance 

During the week ending February 18, P&I accounted fot 
7.3% of all deaths reported through the 122 Cities Mortality 
Reporting System. This percentage is below the epidemic 
threshold" of 8.3% (Figure 2). 

he percentage of patient visits for ILI was 2.8%, which is 
770 


above the national baseline of © (Figure 3). The percent- 


age of patient visits for ILI ranged from 1.5% in the Pacific 
region to 4.3% in the West South Central region. 
Pediatric Deaths and Hospitalizations 
During October 2, 2005—February 11, 2006, CDC received 
reports of 14 influenza-associated deaths in U.S. residents aged 
<18 years. Twelve of the deaths occurred during the current 
influenza season, and two occurred during the 2004-05 


influenza season. 





ine proportion of P&I deaths reported by t 
r System is projected using a robust regression 
riodic regression lel is applied to the observed 

P&I that occurred during the preceding 5 vears 


| | ' 
tions above the seasonal 


FIGURE 2. Percentage of deaths attributed to pneumonia and 
influenza (P&l) reported by the 122 Cities Mortality Reporting 
System, by week and year — United States, 2002-2006 


~ 


lac 
V 


* The epidemic threshold is 1.645 standard deviations above the seasonal 
, baseline 
The seasonal baseline is projected using a robust regression procedure 
that applies a periodic regression model to the observed percentage of 
deaths from P&I during the preceding 5 years 
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FIGURE 3. Percentage of visits for influenza-like illness (ILI) Human Avian Influenza A (H5N1) 
reported by the Sentinel Provider Surveillance Network, by week — 


United States. 2003-04, 2004-05, and 2005-06 influenza seasons No human avian influenza A (H5N1) virus infection has 
ever been identified in the United States. From December 2003 
through February 27, 2006, a total of 173 laboratory- 
confirmed human avian influenza A (H5N1) infections were 
reported to WHO from Cambodia, China, Indonesia, Iraq, 
hailand, Turkey, and Vietnam.*** Of these, 93 (54%) were 
fatal (Table). This represents an increase of two cases in China 
and one case and one death in Indonesia since February 20, 
2006. The majority of infections appear to have been acquired 
trom direct contact with infected poultry. No evidence of sus- 
tained human-to-human transmission of HSN1 has been 
detected, although rare instances of human-to-human trans- 
mission likely have occurred (/). 
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During October 1, 2005 2006, the prelimi Notice to Readers 


laboratory contirmed ni 1Za-as ciated hospitalization 
reported by the Emerging Infections Program for chil Release of Sudden, Unexplained Infant 
wed 0~17 years was 0.30 per 10,000. For children aged Death Investigation Reporting Form 


t years and 5—17 years, the rates were 0.78 per 10,000 and CDC, in collaboration with other federal agencies and 


' } res ti 19 to ; ) . : : eee . : . . . 
0.04 per 10,000, respectively. Dt ctober 30, 200 organizations representing medical examiners, coroners, death- 


February 4, 2006, the prelimi iboratory-confirmed scene investigators, law enforcement officials, forensic nurses, 
] 


nfluenza-associated pit iti rate for children aged sudden infant death syndrome (SIDS) researchers, infant death 
1 ™" ‘ ‘ \ a a< a" 7 a . “ a 
ears in the New Vaccin irveillan etwork’” was review experts, and parents of infants who died from SIDS, 

54 per 10,000 


launched an initiative in 2004 to improve the investigation 





and reporting of sudden, unexplained infant deaths (SUIDs). 
\s part of this effort, on March 1, 2006, CDC released the 
Sudden, Unexplained Infant Death Investigation (SUIDI) 
Reporting Form for state and local use in infant death-scene 
investigations. The SUIDI Reporting Form replaces the 


Investigation Report Form that accompanied the 1996 


TABLE. Number of laboratory-confirmed human cases and deaths from avian influenza A (H5N1) infection reported to the World Health 
Organization, by country — worldwide, 2003—2006* 





Year of onset 
2003 2004 = 2005 2006 Total 
No. of No. of No. of No. of No. of 
Country cases Deaths cases Deaths cases Deaths cases Deaths cases Deaths 


vamt 0 4 4 
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10 4 27 20 
1 ! 1 1 
0 22 14 
12 d 12 4 
0 0 93 42 
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Guidelines for the Death Scene Investigation of Sudden, 
Unexplained Infant Death (/). 

Each year in the United States, approximately 4,500 infants 
die suddenly of no immediately obvious cause. Half of these 
SUIDs are attributed to SIDS, the leading cause of SUID and 
of all deaths among infants aged 1-12 months. By definition, 
SIDS can only be diagnosed after a thorough examination of 
the death scene, a review of the clinical history, and an autopsy 
fail to find an explanation for the death (2). 

Since 1990, SIDS rates in the United States have declined by 
approximately 50%, concomitant with a steady decline in the 
infant prone sleeping rate; prone and side sleep positions are 
associated with an increased risk for SIDS (3,4). However, stud- 
ies indicate that, since 1999, certain deaths previously reported 


as SIDS are now reported as accidental suffocation or unknown 


unspecified cause of death (5,6). This change in reporting of 


cause of death might account for part of the recent decline in 
SIDS rates. 

lhe 1996 form was developed to establish a standard death- 
scene investigation protocol for all SUIDs. However, a 2001 
national survey indicated that the form was not being used 
widely because it was poorly organized, lengthy, and cumber- 
some (7). Inaccurate or inconsistent cause-of-death determina- 
tion and reporting hamper the ability of CDC, state and local 
health departments, and partners to monitor national trends, 
assess risk factors, and design and evaluate programs to prevent 
these deaths. 

lo address these concerns, CDC convened a national work 
group to revise the 1996 form. The new SUIDI Reporting Form 
includes questions to establish cause and manner of death, 
determined by a 2004 national survey of medical examiners 
and coroners, in addition to new questions about recently rec- 
ognized risk factors for SIDS (e.g., unaccustomed prone sleep 
position) (S.C. Clark, Ph.D., Occupational Research Associ- 
ates, Inc., unpublished data, 2004). The new form is shorter 
and simpler than the 1996 form. For example, most questions 
can be answered by checking the appropriate box or filling in 
the blank provided. The form is available online at http:// 
www.cdc.gor SIDS. 

Of equal importance are well-trained death-scene investiga- 
tors and certifiers. Previously, no national training materials on 
investigation of an infant death scene were available. In col- 
laboration with a steering committee and a team of national 
advisors, CDC developed a comprehensive training curricu- 
lum and materials. CDC will use these materials to conduct 
five regional train-the-trainer academies during the next 2 years. 

CDC plans a promotional campaign for the new form and 
training materials among its partners and stakeholders. Accu- 


rately collecting and reporting infant death-scene data depends 


on the widespread use of these tools. These measures will 


allow improved surveillance and research aimed at prevent- 


ing infant deaths. Additional information on the SUID 


Initiative is available at http://www.cde.gov/SIDS. 
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Notice to Readers 


Satellite Broadcast: Radiological 
Monitoring and Decontamination 


CDC and the Public Health Training Network will present 


a satellite broadcast and webcast entitled “Radiological Moni- 


toring and Decontamination,” on March 9, 2006, at 1:00 


p.m. EDT. CDC is developing radiological population moni- 


toring guidelines for communities in consultation with 


advisors from federal, State, local, and academic organiza- 


tions. This 2-hour broadcast will cover the basic components 


of these guidelines under development. The program will 


also help community leaders and public health workers pre- 


pare to conduct short- and long-term monitoring of popu- 


lations affected by a nuclear or radiological terrorist incident 


or unintentional release of radioactive materials into the en- 


vironment. A question-and-answer session will enable par- 


ticipants to ask questions by toll-free telephone, fax, or TTY 


lines. Questions may also be sent by e-mail to rsb@cdc.gov 


both before and during the broadcast. 


Participants are responsible for setting up their own view- 


ing locations and are encouraged to register their locations 


as soon as possible so that persons who wish to view the 


broadcast can access information online. Directions for 
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establishing and registering viewing locations are available at 
http://www.cdenpin.org. The broadcast can be viewed live or 
after broadcast on computers with Internet and RealPlayer’ ™ 
capability through http://www.phppo.cdc.gov/phtn. 

Continuing education (CE) credit for the live satellite broad- 
cast and webcast will be available from March 9, 2006, through 
April 10, 2006. CE credit for the enduring/self-study versions 
of the program will be available from April 9, 2006, through 
April 9, 2009. 

Information about registration is available by telephone, 
1|-800-41-TRAIN, or e-mail, ce@cdc.gov. E-mail inquiries 
should include “Preparing for Radiological Population Moni 


3 “ 
toring and Decontamination” in the subject line. 


Erratum: Vol. 55, No. 6 
In the report, “Assessing Capacity for Surveillance, Preven- 
tion, and Control of West Nile Virus Infection — United 
States, 1999 and 2004,” the second sentence should read: “By 


the end of 2004, human WNV disease had been reported in 


all states except Maine, Washington, Hawaii, and Alaska 
(3-8), and WNV transmission to humans had been docu- 
mented by five routes: mosquito bites (principally from Culex 
spp.), blood transfusions, organ transplantation, transplacen- 


tal transfer, and breastfeeding (/).” 
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QuickStats 


FROM THE NATIONAL CENTER FOR HEALTH STATISTICS 


Infant, Neonatal, and Postneonatal Annual Mortality Rates* — 
United States, 1940-2003 


Infant 
Neonatal 
— —- Postneonatal 


* Deaths per 1,000 live births for each group: infant (age <1 year), neonatal (age 
<28 days), and postneonatal (age 28 days to <1 year) 


Infant, neonatal, and postneonatal annual mortality rates in the United States mostly declined during 
1940-2003. The most recent data indicate that, from 2002 to 2003, the infant mortality rate declined 
from 6.97 per 1,000 live births to 6.85, and the postneonatal mortality rate declined from 2.31 to 
2.23. The neonatal rate did not change significantly. 


SOURCE: Hoyert DL, Heron M, Murphy SL, Kung HC. Deaths: final data for 2003. Health E-Stats. 
Hyattsville, MD: US Department of Health and Human Services, CDC; 2006. Available at http:// 
www.cdc.gov/nchs/products/pubs/pubd/hestats/finaldeaths03/finaldeaths03.htm. 
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TABLE |. Provisional cases of infrequently reported notifiable diseases (<1,000 cases reported during the preceding year) — United States, week 
ending February 25, 2006 (8th Week)* 


5-year 
Current Cum weekly Total cases reported for previous years 
Disease week 2006 average’ 2005 2004 





2003 2002 2001 


2 23 





States reporting cases during current week (No.) 


28 39 
69 


MA (1), NY (9), OH (2), MO (1), NE (1), WV (1) 
AR (2), OK (1), CO (2), AZ (1) 





ata for 2001, 2002, and 2003 are finalized 
ceding the current week, and the two weeks following the current week, for a total of 5 


3i/phs/files/Syearweeklyaverage. pdf 
>d weekly to the Division of Vector-Borne Infectious Diseases 


National Center for Infectious 
are available in Table 
f HIV/AIDS Prevent > ] r Center for HIV STD and TB Prevention mplementation of HIV reporting influences the 
able in T, > IV qu 
snter for Infectious Diseases 


current 2005-06 season 


able in Table Il 
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TABLE Ii. Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 (8th Week)* 





Chiamydia‘ Coccidioidomycosis Cryptosporidiosis 
Current Previous 52 weeks Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum 
Reporting area week Med Max _ 2006 week Med Max 2006 week Med Max 2006 
United States 8,326 18,460 23,604108,690 55 1,149 706 31 70 852 305 


New England 462 604 1,513 3,886 
Connecticut 108 150 1,176 507 
Maine 37 41 292 
Massachusetts 203 273 7 2,130 
New Hampshire 42 d 264 
Rhode Island 68 99 514 
Vermont 4 

Mid. Atlantic 

New Jersey 

New York (Upstate) 
New York City 
Pennsylvania 

E.N. Central 


Illinois 
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Wisconsin 
W.N. Central 
lowa 

Kansas 
Minnesota 
Missour 
Nebraska 
North Dakota 
South Dakota 


S. Atlantic 
Delaware 
District of Colu 
Florida 
Georgia 
Maryland 
North Carolina 
South Carolina 
Virginia 

West Virginia 
E.S. Central 
Alabama 
Kentucky 
Mississipp 
Tennessee 


W.S. Central 


Arkansas 
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Louisiana 
Oklahoma 
Texas 


Mountain 
Arizona 
Colorado 
Idaho 
Montana 
Nevada 
New Mexicx 
Utah 


Ave 
Wyoming 


“w= WP 
Jem o- 
nr 


— oO 
Oonm- 


Pacific 
Alaska 
California 
Hawaii 
Oregon 


Washingtor 


— 
2m ®D 


+~WO 
oud hm — o& 


— Oo 


> W 
@ 


American Samoa 

C.N.M.1 

Guan C 

Puerto Rico 7€ 141 490 
U.S. Virgin Islands 2 





C.N.M.1.: Commonwealth of Northern Mariana Islands 

U: Unavailable —: No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Maximum 
* Incidence data for reporting years 2005 and 2006 are provisional 

. Chlamydia refers to genital infections caused by Chlamydia trachomatis 

‘Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE II. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 





(8th Week)* 
Haemophilus influenzae, invasive 
Giardiasis Gonorrhea All ages, all serotypes 
Current Previous 52 weeks Cum Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum Cum 
week Med 2006 


Reporting area week Med Max _ 2006 2005 week Med Max 2006 
1 4 724 1,655 2,201 2,968 6,228 7,676 38,957 21 38 7 276 


United States 53 324 : 5 ¢ 
5 3 280 666 7é ? 3 12 15 


New England : 9 ) )é “ 
necticut 1 5 17 2 3 233 








fa) 


E.S. Central 


Central 


xa 


Mountain 





ymmonwealth of Northern Mariana Islands 


N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 


1ilable No reported cases 
ce data for reporting years 2005 and 2006 are provisional 
jata reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





Hepatitis (viral, acute), by type 


A B Legioneliosis 
Current Previous 52 weeks Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum 
Reporting area week Med Max 2006 week Med Max _ 2006 week Med Max 2006 
United States 31 78 183 489 35 102 15 111 147 
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New England 2 / 23 39 1 
Connecticut 1 3 4 

Maine 1 

Massachusetts 
New Hampshire 
Rhode Island 
Vermont 


Mid. Atlantic 

New Jersey 

New York (Upstate) 
New York City 
Pennsylvania 


E.N. Central 
Illinois 
Indiana 
Michigan 
Ohio 


Wisconsin 


W.N. Central 
lowa 

Kansas 
Minnesota 
Missouri 
Nebraska 
North Dakota 
South Dakota 


S. Atlantic 
Delaware 

District of Columbia 
Florida 

Georgia 

Maryland 

North Carolina 
South Carolina 
Virginia 

West Virginia 


E.S. Central 
Alabama 
Kentucky 
Mississippi 
Tennessee 
W.S. Central 
Arkansas 
Louisiana 
Oklahoma 


Texas 


oO 


NM 
4 


— 9 
Nm 
NM OD 


— wo 
hMONMUwW COOOhocs 
@ 


NO 


~_ = Ys a 


On 
Ww 
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Mountain 
Arizona 
Colorad 
idaho 
Montana 
Nevada 
New Mexico 
Utah 
Wyoming 


Pacific 

Alaska 

California 

Hawaii 

Oregon 
Washington 
American Samoa 
C.N.M.1 

Guam 

Puerto Rico 

U.S. Virgin Islands 





C.N.M.1.: Commonwealth of Northern Mariana Islands 

U: Unavailable —: No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
* Incidence data for reporting years 2005 and 2006 are provisional 

“Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 








220 MMWR March 3, 2006 





TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





Lyme disease Malaria 
Current Previous 52 weeks Cum Cum Current Previous 52 weeks Cum Cum 
Reporting area week Med Max 2006 2005 week Med Max 2006 2005 
United States 23 293 3 375 1,000 20 23 137 170 
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Commonwealth of Northern Mariana Islands 
No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
jata for reporting years 2005 and 2006 are provisional 
Jata reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





Meningococcal disease, invasive 
All serogroups Serogroup unknown Pertussis 

Current Previous 52 weeks Cum Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum 
Reporting area week Med Max 2006 week Med Max 2006 week Med Max 2006 
United States 13 21 166 2 11 13 115 135 429 1,489 
1 30 
0 
0 
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C.N.M.|.: Commonwealth of Northern Mariana Islands 

U: Unavailable —: No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
* Incidence data for reporting years 2005 and 2006 are provisional 

> Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE II. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 


(8th Week)* 





Rabies, animal 


Rocky Mountain spotted fever 


Salmonellosis 





Current Previous 52 weeks Cum 
Reporting area week Med Max 2006 


Current Previous 52 weeks 
week Med Max 


Cum 
2006 


Cum Current Previous 52 weeks 


week Max 


Cum 
2006 





United States 39 105 
New England 


54 34 


220 


89 239 1,449 


4 


= 


3,305 


160 
41 
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Commonwealth of Northern Mariana Islands 
No reported cases N: Not notifiable 
fence data for reporting years 2005 and 2006 are provisional 


ntains data reported through the National Electronic Disease Surveillance System (NEDSS) 


available Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
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TABLE Ii. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





Shiga toxin-producing E. coli (STEC)' Shigellosis Streptococcal disease, invasive, group A 
Current Previous 52 weeks Cum Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum Cum 
Reporting area week Med Max 2006 2005 week Med Max 2006 week Med Max 2006 2005 
United States a 50 155 88 183 98 275 g 1,113 61 80 151 676 750 








New England - 4 13 6 16 4 5 5 y x g 19 30 
Connecticut 1 8 4 é 2 U U 

Maine 0 0 ( y 3 
Massachusetts , 8 3 

New Hampshire 

Rhode Island 

Vermont 


Mid. Atlantic 

New Jersey 

New York (Upstate) 
New York City 
Pennsylvania 


E.N. Central 
Illinois 


Indiana 


W.N. Central 
lowa 

Kansas 
Minnesota 
Missour 
Nebraska 
North Dakota 


South Dakota 
S. Atlantic 


E.S. Central 
Alabama 
Kentucky 
Mississipp 


Tennessee 


W.S. Central 
Arkansas 
Louisiana 
Oklahoma 


Texa 


Mountain 


Pacific 

Alaska 

California 

Hawa 

Oregon 
Washington 
American Samoa 
C.N.M.1 

Guam 

Puerto Ric 


U.S. Virgin Islands 0 





C.N.M.|.: Commonwealth of Northern Mariana Islands 

U: Unavailable —: No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
* Incidence data for reporting years 2005 and 2006 are provisional 

. Includes E. coli 0157:H7; Shiga toxin positive, serogroup non-0157; and Shiga toxin positive, not serogrouped 

*Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





Streptococcus pneumoniae, invasive disease 
Drug resistant, all ages Syphilis, primary & secondary Varicella (chickenpox) 
Current Previous 52 weeks Cum Current Previous 52 weeks Cum Current Previous 52 weeks Cum 
Reporting area week Max _ 2006 week Med Max 2006 week Med Max 2006 
United States 5 C ) 438 71 167 452 5 1,778 6,006 
3 35 1,128 1 
U ( 0 
20 
86 
110 
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C.N.M.1.: Commonwealth of Northern Mariana Islands 


U: Unavailable No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximum 
* Incidence data for reporting years 2005 and 2006 are provisional 


Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending February 25, 2006, and February 26, 2005 
(8th Week)* 





West Nile virus disease’ 






























Neuroinvasive Non-neuroinvasive 
Current Previous 52 weeks Cum Cum Current Previous 52 weeks Cum Cum 
Reporting area week Med Max 2006 2005 week Med Max 2006 2005 
United States — 1 152 — - - 1 203 
New England 0 3 0 2 
Connecticut -— 0 2 0 1 
Maine 0 0 0 0 
Massachusetts 0 3 0 1 
New Hampshire - 0 0 - 0 0 
Rhode Island 0 1 0 0 
Vermont 0 0 0 0 
Mid. Atlantic 0 9 ) 
New Jersey 0 1 0 2 
New York (Upstate 0 6 0 1 
New York City 0 2 ) 2 
Pennsylvania 0 
E.N. Central 0 39 18 
Illinois 0 25 16 
Indiana 0 2 0 1 
Michigan 0 14 
Ohio 0 a 
Wisconsin 0 3 é 
W.N. Central 0 26 78 
lowa 0 3 5 
Kansas 0 ; N 
Minr : a) 
Missouri 4 
Nebraska J ~ ee 
North Dakota 4 " 
South Dakota 0 7 
S. Atlantic 0 5 4 
Delaware 0 1 ( 
District of Columbia 0 * 
da 0 2 
rgia 
Maryland C 2 1 
North Carolina 0 1 
South Carolina 0 1 
Virginia ( D 
West Virginia 0 0 N 4 
E.S. Central 0 10 
Alabama 0 1 
Kentucky 0 
1 S 0 9 
8) 3 
W.S. Central 0 32 
Arkansas 0 3 
Louisiana 0 20 3 
Oklahoma U 6 > 
Texas 0 16 3 
Mountain 0 6 39 
na 0 8 : 8 
Idaho 0 2 3 
Montana 0 3 ) 9 
Nevada 0 3 8 
New Mexico 0 3 4 
Utah J 6 ; : 
Wyoming 0 2 0 1 
Pacific 0 50 89 
Alaska 0 0 0 0 
0 50 ( 88 
0 ) 0 
0 1 2 
0 0 0 
American Samoa U 0 0 U U U ) 0 
C.N.M.I U 0 0 U U U 0 
Guam 0 0 0 0 
Puerto Rico 0 0 - ) 0 
U.S. Virgin Islands 0 0 0 0 





C.N.M.I.: Commonwealth of Northern Mariana Islands 

U: Unavailable —: No reported cases N: Not notifiable Cum: Cumulative year-to-date counts Med: Median Max: Maximun 
* Incidence data for reporting years 2005 and 2006 are provisional 

' Updated weekly from reports to the Division of Vector-Borne Infectious Diseases, National Center for Infectious Diseases (ArboNet Surveillance 

> Contains data reported through the National Electronic Disease Surveillance System (NEDSS) 
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TABLE Ill. Deaths in 122 U.S. cities.* week ending February 25, 2006 (8th Week) 
All causes, by age (years) All causes, by age (years) 


All P&l' 
Reporting Area Ages | >65 = cael ail <1 | Total Reporting Area >65 | 45-6 ~ 1-24 


New England 365 3 36 6 : 33 S. Atlantic é 326 
pa MA 154 14 37 € ‘ Atlanta, GA { 
OT ‘ 29 } ; Baltimore, MD 
1 é Charlotte, NC 
Jacksonville, FL 
Miami, FL 
Norfolk, VA 
Richmond, VA 
Savannah, GA 
St. Petersburg, FL 
Tampa, FL 
Washington, D.C 
Wilmington, DE 


E.S. Central 
Birmingham, AL 
Chattanooga, TN 
Knoxville, TN 
Lexington, KY 
Memphis, TN 
Mobile, AL 
Montgomery, AL 
Nashville, TN 























W.S. Central 
Austin, TX 


Baton Rouge, LA 
C 


, is Christi, TX 
Dallas, TX 
El Paso, TX 
c rt W wth. TX 
iston TX 
Little Rock, AR 
New Orleans, LA‘ 
Antonio, TX 
port. LA 
oda OK 


Mountain 
Albuquerque, NM 
Boise, ID 
Colorado Springs, CO 
Denver, CO 

Las Vegas, NV 
Ogden, UT 
Phoenix, AZ 
Pueblo, CO 

Salt Like City, UT 
Tucson, AZ 


Pacific 
Berkeley, CA 
Fresno, CA 
Glendale, CA 
Honolulu, HI 
Long Beach, CA 
Los Angeles, CA 
Pasadena, CA 
Portland, OR 
Sacramento, CA 
San Diego, CA 
San Francisco, CA 
San Jose, CA 
Santa Cruz, CA 
Seattle, WA 
Spokane, WA 
Tacoma, WA 


Total 








ses 
tarily reported from 122 cities in the United States, most of which have populations of >100,000. A death is reported by the piace of its 
and t ve wee death certificate was filed. Fetal deaths are not included 
a and influenza 
f changes in reporting methods in this Pennsylvania city, these numbers are partial counts for the current week Complete counts will be available in 4 to 6 weeks 
f Hurricane Katrina, weekly reporting of deaths has been temporarily disrupted 


ides unknown age 
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FIGURE |. Selected notifiable disease reports, United States, comparison of 
provisional 4-week totals February 25, 2006, with historical data 


CASES CURRENT 
DISEASE DECREASE INCREASE 4 WEEKS 


Hepatitis A, acute as 
Hepatitis B. acute 
Hepatitis C, acute a 
Legionellosi 
Measles : 

51 


15 





Ratio (Log scale)' 


— 


Beyond historical limits 


* No measles or rubella cases were reported for the current 4-week period yielding a ratio for week 8 of zero (0) 
atio of current 4-week total to mean of 15 4-week totals (from previous comparable, and subsequent 4-week 
periods for the past 5 years). The point where the hatched area begins is Dased on the mean and two standard 
deviations of these 4-week totals 
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